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Relatives of the child might have latent porphyria and efforts should be made to detect them. This might be achieved using a loading test in which increased urine excretion rates of porphobilinogen and 8aminolevulinic acid occurred in affected cases following ingestion of glycine (Richards & Scott 1961, Clin. Sci. 20, 387) . Glycine loading was a safe procedure and did not provoke acute symptoms in either latent or manifest porphyria.
Infant Deaths Associated with
Tight Umbilical Binders John L Emery MD FcPath (Children's Hospital, Sheffield) That an overtight binder can produce severe respiratory embarrassment in infants has long been recognized. Smellie (1770) described two instances in which he revived infants by removing their binders.
We have seen two infants recently in which an overtight elastic crepe binder seemed to be the cause of death.
Case 1 This child was born at term in a maternity home following a normal first pregnancy, and was completely normal at birth. The mother and child were discharged from hospital during the second day after birth. Before leaving hospital a binder was put on the child and sewn in place.
At home, on the day of discharge, the child was whimpering and 'slavering' a little and was reluctant to feed. When the midwife came the next day, she found it dead. The mother was inexperienced and lived in isolation. The baby's colour noticed by the midwife was 'bluish'. This was the colour that the mother thought the child should be and it had been this colour since being brought home! At necropsy, the child was cyanosed. The abdomen was constricted by an elastic crepe bandage which had been sewn on and the upper abdomen was distended immediately above the bandage (Fig 1) .
Measurements: Crown/rump 33 cm. Circumferences: skull 32-5 cm, hips 24 cm, abdomen at level of binder 22 cm.
No significant findings were seen naked-eye at necropsy. There was a small amount of blood in the trachea and some oedema of the brain. Histology revealed no changes other than the congestion. The lungs were in a state of part expansion.
Case 2 This was a first child, a full-term girl and born at home. She was completely normal at birth.
During the first day after birth she was quite well but on the second day 'whimpered', 'lost colour' and later when she went to sleep she whimpered but did not cry.
The next morning at 4.0 a.m., she was apparently sleeping but at 7.0 a.m. was found dead in her cot.
At necropsy, a normally formed child. The abdomen was tightly held by a crepe bandage which, as well as covering the whole abdomen, appeared to be restricting it, leaving marks on the abdominal wall.
Measurements: Body weight 3,258 g. Crown/ rump 38 cm. Circumferences: skull 35 cm, chest 32 cm, hips 30 cm, at level of umbilicus 24-5 cm.
The mucosa of the respiratory tract was congested. The lungs were in a state of collapse and Dr D G Fagan found no retraction pressure on opening the chest. The stomach and the small intestines were less distended than normal.
The only abnormality noted on microscopy was desquamation of cells in the respiratory tract and relative airlessness of the lungs.
Discussion
While negative findings in perinatal deaths are not uncommon this does not apply to fully mature infants who were normal at birth. When such children die there is usually an obvious cause, such as gross congenital deformity of the heart, or diaphragm, or inhalation of meconium with pneumothorax.
Both babies described here were fully mature, normally formed, and normal at birth. Both died by the third day and the only positive findings at necropsy were incomplete expansion of lungs and a tight abdominal binder. There was undoubted (Fig 2) . The mechanism of death appears to be the prevention of downward excursion of the diaphragm during respiration. When the diaphragm contracts, its effect on the bound abdomen is to compress the liver and abdominal visceraa state that often caused our great-aunts to faint! The need for umbilical binders in the newborn is apparently only tradition. Binders are not advocated by pediatricians in charge of lying-in wards (Parmelee 1952 , American Academy of Pediatrics 1957 , Corner 1960 , McKay & Smith 1964 . It is significant that in a series of over 3,000 perinatal autopsies on hospital deaths, I have not seen a possible tight-binder death.
The 'binder' now seems to be a feature of home midwifery practice. Until recently, binders, being made of linen or flannel, were probably ineffective for all but obscuring the umbilicus from view but the invention of the elagtic crepe bandage has produced a highly efficient splinting deviceexcellent for sprains and bruises, but perhaps lethal for some newborns.
Spontaneous Hypoglyclemia with
Failure to Increase Adrenaline Output M M Segall MB MRCP (for June K Lloyd MD MRcP) (The Hospitalfor Sick Children, Great Ormond Street, London)
A 5-year-old boy (birth weight 2 kg at 36 weeks' gestation) of normal physical and mental development had his first generalized convulsion at the age of 2 years during a pre-operative fast. The blood sugar level was then 10 mg/100 ml and the attack responded to intravenous glucose. Since then further hypoglyciemic convulsions have occurred, always in the fasting state and often associated with pyrexial intercurrent infections. The attacks were unaccompanied by sweating. There were no abnormal physical signs.
A satisfactory hyperglycemic response occurred to intramuscular glucagon. Serum insulin levels in the fasting state and after intravenous tolbutamide were normal (Dr David Grant); the fall of plasma glucose after tolbutamide was not excessive but its subsequent rise was slow. A corticotrophin stimulation test was normal. Hypoglyczmia (plasma glucose 35 mg/100 ml) induced by intravenous insulin was accompanied by drowsiness but no significant acceleration of heart rate, no change in skin colour and no sweating; a large rise in serum growth hormone occurred but the urinary catecholamine excretion did not increase (Dr J J Brown) (Table 1 ). In normal children, insulin-induced hypoglyctmia results in a 4to 20-fold increase in urinary adrenaline. This case falls into the group described by Broberger et al. (1959) , in which there is a failure of adrenaline secretion in response to hypoglycemia. The mechanism of the disorder is unknown. The fact that sweating is absent suggests that more than the adrenal medulla is involvedbecause sweating is cholinergically mediated. The frequent precipitation of the attacks by infections causing pyrexia might support the view that the hypothalamus is the site of the defect resulting in sympatho-adrenal unresponsiveness. Treatment with ephedrine has been started.
